PGI2 may play a role in the pathophysiology of dysmenorrhea.
Small longitudinally or helically cut strips from the ascending branch of the uterine artery were mounted in organ chambers for isometric recording of contractile activity. PGI2(3-300 ng/ml) caused a concentration-dependent relaxation of spontaneously active preparations, whereas no inhibitory effect could be observed on non-active strips. Furthermore, the compound counteracted the stimulatory effects of PGE2, PGF2 alpha, and NA, but not that of transmural nerve stimulation. The effect of PGI2 could be of interest in that the compound may balance the action of vasoconstricting agents. A disturbance of this balance may be a hitherto unrecognized contributing pathophysiological mechanism in the development of dysmenorrhea.